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1. Introduction 
The mortality and morbidity of extensive thoracoabdominal aorta replacement has 
improved markedly in recent years [1]. However, postoperative paraplegia from spinal cord 
infarction remains the most devastating complication that faces patients undergoing surgery 
on the thoracoabdominal aorta because loss of lowerlimb function imposes severe 
constraints on the quality of life. Additionally, paraplegia is associated with higher 
postoperative mortality and morbidity. Despite advances in spinal cord protection, the risk 
of spinal cord ischemia or infarction as a consequence of open surgical repair of 
thoracoabdominal aortic aneurysms (TAAAs) remains  within the range of 8-28%[2,3]. The 
registry of the Japanese Association for Thoracic Surgery reported that the hospital 
mortality for surgery on the thoracoabdominal aorta was 14.2% in 561 patients during 2008 
[4]. The U.S. multicenter registry in 2001 disclosed that early mortality after 
thoracoabdominal aortic surgery was 20% [5]. 
There are two major events during which injury to the spinal cord can occur. Firstly, spinal 
cord injury happens depending on the duration and degree of ischemia during cross-
clamping. The surgeon must temporarily interrupt  aortic blood flow to the lower body, 
which renders the distal organs (including the spinal cord) ischemic, in order to resect the 
aneurysm. Secondly, damage may occur from the loss of blood flow to the spinal cord after 
the period of aortic cross-clamping because of failure to reattach the intercostal and lumbar 
arteries that are critical to the spinal cord blood supply. 
Essentially, being a neural tissue, the spinal cord tolerates ischemia poorly and if infarction 
ensues, paraplegia results. A number of adjunctive measures have been used successfully to 
counteract the consequences brought about by spinal cord ischemia during surgical 
intervention and a precarious spinal cord blood supply postoperatively. The incidence of 
paraplegia and paraparesis at centers for aneurysm repair has been decreasing then. 
Occasionally, a case of spinal cord injury still occurs, and the most important factors for the 
prevention of either immediate or delayed paraplegia remain to be elucidated [6-10]. 
In this chapter, we review the contemporary anatomical and pathophysiological 
understanding of spinal cord blood supply and present the scientific basis for clinical 
interventions used during descending and thoracoabdominal aortic surgery in order to 
reduce the incidence of paraplegia. 
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2. Blood supply of the spinal cord 
2.1 Arterial supply of the spinal cord 
The vessels that supply the spinal cord are derived from the branches of the vertebral, deep 
cervical, intercostal, and lumbar arteries. The spinal cord is supplied by three longitudinal 
arteries, which include an anterior spinal artery and two posterior spinal arteries. These 
vessels are reinforced by blood from segmental vessels called radicular arteries. The anterior 
artery is larger than the two posterior arteries and provides 75% of spinal blood flow. The 
posterior spinal arteries arise as small branches of either the vertebral or posterior inferior 
cerebellar arteries. Between the anterior and posterior arteries, collateral blood flow is 
minimal. 
2.2 Spinal arteries 
The anterior spinal artery is formed by the union of two small branches from the vertebral 
arteries. It runs the length of the spinal cord in the anterior median fissure and supplies the 
anterior two-thirds of the spinal cord. The caliber of this artery varies according to its 
proximity to a major radicular artery.  It is usually smallest in the T4 to T8 region of the cord.  
2.3 Radicular arteries 
The radicular arteries arise from the spinal branches of the vertebral, deep cervical, 
ascending cervical, posterior intercostal, lumbar, and lateral sacral arteries. They enter the 
vertebral canal through the intervertebral foramina and divide into anterior and posterior 
radicular arteries. The anterior radicular arteries supply the anterior spinal artery and the 
posterior radicular αrteries contribute blood to the posterior spinal arteries. The radicular 
arteries supply the vertebrae, meninges, and spinal arteries. They pass along the dorsal and 
ventral roots of the spinal nerves to reach the spinal cord. 
2.4 Anatomy of the arteria radicularis magna (artery of Adamkiewicz) 
One segmental artery has assumed particular importance in the pathogenesis of spinal cord 
ischemia. The arteria radicularis magna (ARM), also known as the artery of Adamkiewicz, is 
an exceptionally large radicular artery that anastomoses into the mid-segment of the 
anterior spinal artery. The segmental reinforcements of blood supply from the radicular 
arteries are very important in supplying the anterior and posterior spinal arteries. The spinal 
cord may also suffer circulatory impairment if the radicular arteries, particularly the great 
anterior radicular artery, are narrowed by obstructive arterial disease or by ligation during 
surgery of the intercostal or lumbar arteries from which they arise.  
Through the anterior spinal artery，the ARM supplies the  major flow to the lower thoracic 
and lumbar cord segments. The ARM can arise from any segmental artery between T7 and 
L4 on either side, or directly from the aorta, but frequently originates from one of the left 
segmental arteries between T8 and L1. In a study of 102 cadavers, Koshino et al. found that 
approximately 70% of Adamkiewicz arteries originated from the intercostal and/or lumber 
arteries on the left side, frequently at the T8-L1 vertebral level [11]. The study reported that 
there was no significant correlation between the diameter of the ARM and the diameters of 
the intercostal and lumbar arteries, from which the ARM originated.  
Furthermore, within the Th8 to L1 vertebral level, the diameters of the intercostal and 
lumbar arteries varied considerably and did not correlate with the diameter of the ARM. 
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Morishita et al. reported that the  anterior spinal artery was continuous in adult cadavers 
and that its diameters above and below the ARM were inconsistent. Furthermore, distal 
spinal blood supply becomes progressively dependent on the ARM at the narrowest point of 
the anterior spinal artery. Although larger compared with other radicular arteries, the ARM 
is of variable diameter ranging from 0.25 to 1.07 mm in cadaveric examinations [12].  
3. Strategies to prevent spinal cord ischemia 
3.1 Preoperative examination and monitoring of spinal cord function 
3.1.1 Preoperative detection of the artery of Adamkiewicz 
Kieffer et al.[13] performed preoperative spinal cord arteriography in patients with thoracic 
and thoracoabdominal aneurysms and identified the arteria radicularis magna (ARM) in 
85%. They reported that the risk of paraplegia was 5% if the ARM was identified 
preoperatively and reimplanted; whereas, it was 50% if the ARM was not reattached back in 
the 1980s. The complexity and invasiveness of the method, however, prevented its 
widespread diffusion. There is growing evidence that the Adamkiewicz artery may, 
nowadays, be visualized through noninvasive methods, such as magnetic resonance 
angiography (MRA) or computed tomographic angiography (CTA)[14-16].  In a review of 
literature, Melissano et al.[17] revealed the identification of  the artery of Adamkiewicz in 
84% of patients by using MRA or CTA. Through examination of the angiographic location of 
the spinal cord blood supply and its relationship to postoperative paraplegia, they 
concluded that selective intercostal angiography was safe and the procedure provided 
information to help understand the mechanisms and risks of spinal cord complications after 
thoracoabdominal aneurysm repair. 
3.1.2 Somatosensory-evoked potentials and motor-evoked potentials 
Popularized by Cunningham and associates in the early 1980s [18], somatosensory-evoked 
potentials (SSEPs) record cortical stimulations through the scalp after peripheral electrical 
stimulation of the posterior tibial or peroneal nerves. SSEPs are designed to monitor spinal 
cord perfusion [19]. Schepens et al.[20] demonstrated the usefulness of SSEPs in lowering 
the incidence of spinal cord injury in patients undergoing thoracic and thoracoabdominal 
aneurysm repair; however, the tracing of SSEPs has several limitations. First, the tracings are 
altered by some anesthesic agents, hypothermia, and neuromuscular blockade. Second, 
SSEPs only evaluate the function of the posterior and lateral columns of the spinal cord. 
Third, there are reports of false-positive and false-negative responses during the 
intraoperative monitoring of SSEPs [21]. 
These limitations of SSEPs can be explained anatomically. Since SSEPs are transmitted 
through the posterolateral tracts, they primarily reflect ischemia in the region of the 
posterior spinal arteries. The SSEPs are neither  sensitive nor  specific monitors of the 
corticospinal tracts in the anterior spinal cord (supplied by the anterior spinal artery); but, 
the anterior spinal cord is usually the first region affected during spinal ischemia which 
causes paraplegia. Therefore, while SSEPs detect extensive spinal ischemia affecting global 
cord function, smaller degrees of ischemia limited to the anterior spinal motor territories 
may not be detected.   
However, due to a great variance of sensitivity and specificity to the spinal ischemia in 
many clinical studies [22,23], the use of motor evoked potentials (MEPs) has been proposed. 
The MEP is a more logical way to detect impending paraplegia as it directly monitors nerve 
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conduction in the corticospinal tract. MEPs can evaluate the function of the anterior columns 
of the spinal cord. Use of MEPs greatly increases the sensitivity and specificity of evoked 
potentials in detecting spinal ischemia compared with monitoring of SSEPs alone [24]. To 
detect MEPs, the motor cortex or spinal cord proximal to the aortic clamp level is 
stimulated, and potentials are recorded in the lower spinal cord, peripheral nerves, or 
muscles. Unlike the SSEPs, which may have a slow response time, inadequate cord 
perfusion can result in loss of MEPs within as little as 1 min[25]. Laschinger et al.[26] 
evaluated the usefulness of MEPs to monitor spinal cord perfusion; while van Dongen et 
al.[27] reported that MEPs monitoring was feasible during low-dose propofol, fentanyl/50% 
N2O in O2 anesthesia, and partial neuromuscular blockade. 
3.2 Strategy to reduce the severity of spinal cord ischemia 
When prolonged spinal cord ischemia is anticipated, it is important to minimize the severity 
of the ischemia. Various methods have been proposed to increase the tolerance of the cord to 
ischemic insult [28]. 
3.2.1 Distal perfusion techniques 
Deterioration of blood flow to the spinal cord and abdominal viscera contributes significantly 
to the development of ischemic complications. Distal perfusion techniques perfuse the 
abdominal aorta during the period of aortic cross-clamping, which permit blood supply to the 
spinal cord via the intercostal, lumbar, and hypogastric vessels. Although distal perfusion 
techniques were used by some surgeons in the 1960s，they were not widely adopted because 
the results were variable, such that some surgeons suggested the inefficacy of the technique 
due to the greater rate of incidence of paraplegia [29].  Although the clamp-and-sew technique 
is used successfully in most cases [30,31], several studies confirm the need for an additional 
protective measure if the aortic cross-clamp time is longer than 30min [31,32]. Katz et al.[33] 
reported a 71% incidence of spinal cord injury in patients with disease of the descending 
thoracic aorta and cross-clamp times longer than 30 min. To date, abundant experimental and 
clinical evidences reveal that these techniques do reduce the incidence of paraplegia compared 
with the simple clamp-and-sew approach. Notably, data from studies that concurrently 
employed distal perfusion and clamp-and-sew procedures have demonstrated that the 
exponential rise in paraplegia rates when clamp times exceeds 30 min with clamp-and-sew 
technique alone does not occur [34]. Several techniques have been advocated for the perfusion 
of the distal aorta, such as femoro-femoral bypass, passive shunts, and left heart bypass.  
3.2.1.1 Passive shunts 
Historically, the use of the passive shunt was the method of choice for distal perfusion. 
During the 1960’s, the Gott shunt tube was used as a passive shunt [35 ]; however, according 
to two published reports of traumatic tear of the thoracic aorta, the Gott shunt did not 
decrease the incidence of paraplegia from that associated with the clamp-and-sew technique 
[36,37].  Moreover, the distal aortic perfusion pressure necessitated to be greater than or 
equal to 60mmHg in order to minimize spinal cord injury, which made the Gott shunt less 
desirable than techniques that allowed the flow to be actively maintained. The shunt was 
too small with an internal diameter of 5–6 mm; thus the blood flow was not adequate for 
distal aortic perfusion, and the proximal aorta could not be adequately decompressed. These 
problems led to the development of left heart bypass or partial cardiopulmonary bypass.  
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3.2.1.2 Left heart bypass 
The centrifugal pump is used for left heart bypass [38], and provides the best means of 
maintaining distal aortic perfusion. The left heart bypass is set up with cannulation of the 
left atrium or left pulmonary vein. Blood is returned to one of the femoral arteries for distal 
perfusion. Minimal heparinization is needed, but it is recommended especially for patients 
with femoral occlusive disease. With the use of the pump, the distal aortic perfusion can be 
maintained at 60–70 mmHg. According to Kaplan et al.,[39] active distal bypass perfusion 
achieved significantly greater distal aortic pressure than either the clamp and sew technique 
or passive shunting.  
3.2.1.3 Partial cardiopulmonary bypass 
To overcome the limitation of poor oxygenation of the left heart bypass, partial 
cardiopulmonary bypass including the artificial lung and blood reservoir in the circuit has 
been utilized mainly in Japan. With the aid of heart-lung bypass and full heparinization, 
intraoperative shift from normothermic bypass to deep hypothermia was easily achieved, 
and unrestricted blood aspiration was possible. Detrimental effects of prolonged 
cardiopulmonary bypass (CPB), including heparin-related bleeding, cannot be ignored 
though [40]. 
3.2.2 Cerebrospinal fluid drainage 
Blaisdell and Cooley[41] and Miyamoto et al.[42] reported that CSF drainage was beneficial 
for reducing the incidence of spinal cord injury in a dog model. It was shown that the 
relative spinal cord perfusion pressure increased with the CSF drainage, which led to 
reduction of spinal cord injury. McCullough et al.[43] also reported the protective effect of 
CSF drainage in reducing the incidence of paraplegia in a canine model. The combined 
effects of decreased arterial pressure and increased CSF pressure during aortic cross-
clamping resulted in decreased spinal cord perfusion pressure. The perfusion pressure can 
be maintained by decreasing CSF pressure through CSF drainage. Based on the results of 
these experiments, the concept of CSF drainage has been applied clinically. Crawford et 
al.[44] performed a prospective randomized study on the effectiveness of CSF drainage for 
preventing paraplegia and reported that it was not beneficial in this regard. Conversely, a 
more recent prospective randomized study of CSF drainage by Coselli et al.,[45] and a 
report by Safi et al.,[46] showed that CSF drainage did help to prevent spinal cord injury. 
Many reports regarding reversal of paraplegia by commencing CSF drainage after surgery 
or endovascular stent-grafting also substantiated the importance of lowering the CSF 
pressure. 
The use of CSF drainage as a therapeutic measure for delayed-onset paraparesis or 
paraplegia after open or endovascular repair is more accepted because there are several 
published case reports and anecdotal accounts of successful reversal of paraplegia by 
employing CSF drainage [47,48]. Wada et al.[49] manipulated the mean arterial and CSF 
pressures intraoperatively and found that ischemic SSEPs normalized when a combination 
of CSF drainage and arterial pressure manipulation was used to obtain a spinal perfusion 
pressure above 40mmHg. On the basis of their data, spinal perfusion pressure should 
always be maintained above 40mmHg, which confirmed previous similar observations from 
animal studies. Manipulation of spinal perfusion pressure assumes greater importance in 
patients with respiratory compromise, as autoregulation of spinal blood flow is lost with 
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hypoxia and hypercarbia, thereby, making spinal blood flow more sensitive to changes in 
perfusion pressure [50]. 
In view of these encouraging clinical results, CSF drainage has been incorporated as one 
of the most important components in the modern multimodality approach to spinal cord 
protection. Since not all cases of spinal cord ischemia are accompanied by increased CSF 
pressure; however, CSF drainage alone cannot be relied upon to prevent or reverse 
paraplegia and should be regarded as part of a multimodality approach to the 
prevention of spinal cord injury. Most importantly, this procedure is not immune to 
serious complications, such as intracranial bleeding, perispinal hematoma, and 
meningitis. 
3.2.3 Systemic hypothermia 
Systemic hypothermia is the most reliable protective adjunct for the prevention of spinal 
cord injury and is used by many surgeons [51,52]. Hypothermia is one of the most 
promising methods for protecting neural tissue during ischemia with the advantage that 
even longer periods of ischemia are tolerated compared with normothermic techniques. 
Because ventricular fibrillation or severe bradycardia is invariable with profound 
hypothermia, total body circulatory arrest is necessarily a component of this technique. 
Experimental work has shown that during the periods of aortic cross-clamping, 
hypothermia confers a protective effect on spinal cord function [53]. Hypothermia increases 
the tolerance of neural tissue to ischemia [54,55] by decreasing oxygen demand and 
metabolic rate, and mild hypothermia confers a marked protective effect on the spinal cord 
[56]. Kouchoukos and Rokkas reported an 8% 30-day mortality with a paraplegia or 
paraparesis rate of 2.8%. They concluded that the use of hypothermic CPB and circulatory 
arrest provided substantial protection against paraplegia and allowed complex operations 
on the descending thoracic and thoracoabdominal aorta to be performed safely [57]. 
Depending upon the extent of aortic replacement and vessel reimplantation, the whole 
procedure may be undertaken during circulatory arrest, or, for more extensive 
thoracoabdominal procedures, circulation is resumed after completion of the proximal and 
intercostal anastomoses. The advantages of this approach, in terms of spinal protection, are  
more uniform cooling of the cord, avoidance of the need for selective intercostal or visceral 
perfusion, and ability to perform  open aortic and intercostal anastomoses; thus, potential 
steal phenomenon can be avoided. Okita et al. reported the clinical advantages of using 
deep hypothermia in patients for thoracoabdominal repair [58].  The main candidate for 
deep systemic hypothermia is a good-risk patient with less blood reserve in the spinal cord, 
such as one with a prior aortic replacement, severe atherosclerosis, or chronic aortic 
dissection.  
On the other hand, the employment of CPB necessitates full heparinization; wherein, 
hypothermia itself may cause coagulopathy. The resultant intrabronchial bleeding in the left 
lung is then problematic. Furthermore, the requirement for full CPB and profound 
hypothermia introduces additional new problems and potential complications, including 
cardiac dysfunction (due to ventricular distension during cooling), brain injury, and 
possibly higher infection risk. Various results in the literature are demonstrated, and there 
are several small series reporting the high morbidity and mortality associated with this 
technique [59]. For this reason, most surgeons reserve deep hypothermic circulatory arrest 
techniques for only the most complex cases. 
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3.2.4 Regional cooling 
Apart from systemic hypothermia, regional hypothermia has been used for spinal cord 
protection. Experiments have shown that regional hypothermic perfusion applied to the 
epidural or intrathecal space may protect the spinal cord during cross-clamping of the aorta 
[60]. Direct cooling of the spinal cord has been applied in both the laboratory and clinical 
settings, and has the theoretical advantage of deep cooling of the spinal cord whilst 
avoiding the drawbacks of profound systemic hypothermia. 
In 1961, Albin et al. demonstrated the effect and safety of regional spinal cord cooling [61]. 
In 1993, Tabayashi et al.[62] and Marsala et al.[63] evaluated the effect of spinal cord cooling 
during spinal cord ischemia and reported its usefulness in preventing ischemic spinal cord 
injury. Davison et al.[64] devised and applied this method in eight patients undergoing 
thoracic or thoracoabdominal aneurysm repair in 1994 and reported that epidural cooling 
was a safe and effective technique of increasing the ischemic tolerance of the spinal cord. 
The most systematically applied in the clinical setting has been the technique of Cambria et 
aI.[65]; in which, normal saline at 4°C is continuously infused into the epidural space 
through a catheter. Using epidural cooling with CSF drainage, segmental artery 
reimplantation, and almost exclusive use of a clamp-and-sew technique without distal 
bypass ( 98% of patients), Cambria et al.[66] reported a paraplegia rate of 2% in 170 cases. 
The major risk associated with this approach is a potential for an increase in CSF pressure; 
hence, the necessity for CSF pressure monitoring and drainage is described. Their data show 
that epidural cooling is an effective method of spinal protection and may offer an alternative 
to distal bypass. Whilst regional cooling has been shown to be a safe alternative to distal 
perfusion in the majority of cases, it is not known whether it adds further protection if used 
in addition to distal perfusion. 
3.2.5 Segmental artery perfusion 
Some studies further attempt to reduce spinal cord ischemia by continuously perfusing the 
lower intercostal arteries. Experimentally, it has been demonstrated in pigs that segmental 
artery perfusion can protect the spinal cord for up to 60 min of ischemia [67]. In this study, the 
control group has simple aortic cross-clamping without distal perfusion, which is not reflective 
of the clinical scenario where adjuncts are frequently used. Selective spinal cord perfusion has 
been applied clinically utilizing a special cannulae [68] or through a Dacron graft [69].  
Kawaharada et al. reported that trials to perfuse the critical intercostal arteries have been 
tried based on preoperative identification of the ARM [70]. Perfusion of the intercostal 
arteries from the study on the measurement of blood flow of the intercostal artery or lumbar 
artery with the use of transthoracic Doppler sonography was conducted [71]. They 
attempted to perfuse the intercostal arteries mainly through the Adamkiewicz artery for the 
purpose of maintaining spinal cord perfusion pressure during the cross-clamping of the 
aorta. By this technique, total blood flow quantity in the spinal cord becomes equal to or 
more than a certain constant level. Selective spinal perfusion maintains the quantity of total 
blood flow in the spinal cord and is very useful for reducing the incidence of ischemic injury 
of the spinal cord during operation. 
3.2.6 Spinal cord steal syndromes 
Steal is one concept that unifies most of the various successful strategies for reduction of 
paraplegia rates. When the aneurysm is opened, free back-flow of blood from the patent 
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intercostal arteries is usually observed with retrograde flow into the operating field through 
the opened intercostal and lumbar vessels, instead of going through the ASA due to a steal 
mechanism [72].  
The various collaterals of the spinal cord arterial supply mean that blood can be diverted 
toward or away from the spinal cord and toward or away from other competing vascular 
beds in the cervical, thoracic, and lumbar/hypogastric regions. The importance of steal 
syndromes in the context of aortic surgery has been less appreciated. Although the 
possibility of steal as a cause of paraplegia after aortic resection was suggested by Cole and 
Gutelius [73] in 1969, it was largely unacknowledged until only recently. In the early 1990s, 
Wadouh et al.[74] revisited the concept of steal and suggested that spinal cord injury during 
aortic clamping resulted from a steal phenomenon. Using a pig model, they concluded that 
after aortic cross-clamping, blood had the tendency to drain away from the spinal cord than 
to supply it longitudinally. These experiments suggest that simple clamp techniques, 
especially where a proximal clamp only is applied, may result in more steal away from the 
cord compared with other approaches. Kawanishi et al. had experimentally demonstrated 
that control of the intercostal back-flow in the rabbit’s opened aorta could reduce the 
incidence of spinal cord ischemia [75]. Using aortic injection and spinal artery perfusion in 
cadavers, Biglioli et al. [76] demonstrated the anatomical existence of a functional steal 
pathway; wherein, the blood was diverted from the spinal cord to the ARM during aortic 
clamping.  
Another potential steal pathway is into the open thoracic cavity. If the aneurysm is opened 
prior to ligation of segmental arteries, back-bleeding is evident from the intercostal and 
lumbar orifices into the aorta. As there is no resistance to blood flow from these segmental 
vessels, blood from the anterior spinal artery will preferentially bleed out into the thorax 
through the ARM; thus, the spinal ischemia that has already resulted from the loss of 
intercostal supply from the excluded aortic segment is compounded [77].  The clinical 
existence of spinal steal as a possible cause of neurological injury is supported by the 
relatively low incidence of paraplegia in endovascular stent graft procedures, which entirely 
avoid steal phenomenon. Thus, external clamping of the intercostal arteries before opening 
the aneurysm or intraluminal insertion of a balloon-tipped catheter into the intercostal 
arteries after opening the aneurysm is a routine procedure to minimize blood reflux from 
the intercostal arteries. It seems prudent therefore to include measures for prevention of 
steal in spinal protection strategies. 
3.2.7 Management of segmental arteries 
3.2.7.1 Reattachment of the intercostal and lumbar arteries 
Reattachment of segmental arteries after reconstructive surgery of the aorta is a 
controversial subject. A markedly lower incidence of spinal cord ischemia after 
endovascular stent-grafting stimulated the controversy, as well as a search for insights 
regarding the etiologies of spinal cord ischemia [78]. Some surgeons avoid intercostal 
reattachment. In fact, Acher et al.[79] demonstrated excellent operative results without 
reattachment of intercostal arteries. They reported that quick oversewing of the intercostal 
arteries with CSF drainage and naloxone administration could help reduce the incidence of 
spinal cord injury. Griepp et al.[80] also showed that reattachment could be avoided by 
ligating the intercostal arteries before aortic cross-clamping while monitoring 
somatosensory evoked potential. These reports suggest that existing collateral vessels might 
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improve the perfusion pressure. However, in 2008, Acher et al. [81] reported their clinical 
experience with thoracoabdominal aorta repair and the impact of intercostal artery 
implantation, in which the incidence of paraplegia decreased from 4.83% to 0.88% for 
neuroprotective strategies. The concept of oversewing segmental vessels with appropriate 
monitoring of the spinal cord is based on the fact that many clinical studies demonstrate the 
increasing rate of postoperative paraplegia with the increase in cross-clamping time. Time 
might be saved by not reattaching the noncritical segmental arteries. However, when a large 
number of intercostal and lumbar arteries are oversewn, the risk of neurological 
complications may be increased. Some surgeons attempt to identify the critical segmental 
vessels and selectively reimplant them. Traditionally, which vessels are important is decided 
intraoperatively by observing the intercostal arteries and reimplanting the larger vessels and 
those with greatest back-bleeding. Other surgeons base their decisions on the extent of 
resection; in which, vessels are reimplanted only during extensive thoracoabdominal 
resections. Anatomical studies have, however, shown no correlation between the size of the 
intercostal arteries and their likelihood of  feeding the ARM [11]. The assumption that the 
arteries with greatest back-bleeding should be implanted is also flawed, since the presence 
of bleeding after aortic transection implies that a vessel is well collateralized and is 
effectively stealing blood retrograde from the spinal cord; hence, such vessels can be ligated 
without consequence. In contrast, vessels that do not back-bleed suggest a lack of 
collateralization and their reimplantation may improve spinal circulation. 
Most surgeons who advocate selective reimplantation do not rely on intraoperative 
assessment but undertake preoperative angiography to localize the ARM. Preoperative 
localization helps target intercostal reimplantation, such that only a few intercostal arteries 
are reimplanted. Preoperative detection of an intercostal artery that may be related to the 
ARM is useful for establishing the best operational strategy for thoracoabdominal aortic 
aneurysm repair because surgical repair can be performed while taking care to revascularize 
the intercostal and lumbar arteries at or near the level of the ARM. Consequently, the 
occurrence of spinal cord injury can be reduced.  
With this reconstruction method, the operation time, distal perfusion time, and clamp time 
needed for thoracoabdominal aortic aneurysm repair may be reduced. However, there is 
still no prospective randomized study that shows a significant reduction in the risk of 
postoperative paraplegia through reattachment of the segmental arteries. With the 
refinement of techniques in identifying the critical intercostal arteries and monitoring of 
evoked potentials, selective reattachment of the critical segmental arteries may be achieved. 
3.2.7.2 Sacrificing of the intercostal and lumbar arteries 
Systematic sacrifice of the intercostal vessels has been employed by Griepp et al.[80] and 
Gala et al.[82].  Intercostal reimplantation is not an integral part of their technique and is 
only undertaken if evoked potentials suggest spinal ischemia when intercostal arteries are 
occluded. Vessels are occluded thrice every 10 min, after which motor and sensory 
potentials are recorded. If the evoked potentials remain normal after 5 min of occlusion, 
then these vessels are sacrificed. The advantages of the Griepp approach include  reduction 
of aortic cross-clamp time (and hence decrease in the overall duration of spinal ischemia), 
diminution of steal (as all intercostals are ligated prior to aortic transection), and prevention 
of unnecessary reimplantation of intercostals (with its attendant risks). The postoperative 
spinal circulation is more predictable and is not subject to abrupt changes resulting from 
problems with intercostal reimplantation (such as acute occlusion from thrombosis, which 
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has been postulated as one mechanism for delayed-onset paraplegia). Other potential 
advantages are the avoidance of technical problems associated with performing 
anastomoses or oversewing intercostals in a severely atherosclerotic aneurysm and the 
absence of residual aortic tissue in the replaced segment of the aorta. 
Sacrificing of the intercostal inflow to the spinal circulation, however, means that the part of 
the thoracic cord is totally dependent upon extrasegmental supply and inflow from the 
cervical and hypogastric/lumbar arteries postoperatively. The spinal perfusion pressure, 
therefore assumes greater importance as the principal determinant of spinal blood flow to 
critical regions. For this reason, evoked potentials are monitored until the patient is awake 
and can be evaluated neurologically. Mean arterial pressures are kept in a supranormal 
range (80-90 mmHg mean) and, with concomitant CSF drainage, cerebrospinal pressures are 
kept below 10 mmHg. Sustained hypotension in the absence of the intercostal inflow will 
almost certainly result in paraparesis, which, if untreated, could develop into paraplegia. 
4. Conclusions 
Reconstructive surgery of the thoracoabdominal aorta remains a challenging surgical 
procedure with a recognized incidence of postoperative neurological complications. The 
complications pose not only the physical disability described but also a higher mortality rate 
among patients. The etiology of the aforementioned postoperative neurological problems 
has now been well described, and attempts have been made to reduce the incidence based 
on our knowledge of the pathophysiology of spinal cord ischemia. In open repair, 
recognized important strategies that reduce the risk of paraplegia include maintenance of 
the total amount of blood flow of the spinal cord during the cross-clamping of the aorta, 
provision of maximum collateral blood flow, reduction of nervous tissue oxygen demand, 
prolongation of ischemic tolerance of the spinal cord, and reduction of reperfusion injury. 
However, understanding the development and prevention of spinal cord complications is a 
prerequisite for a successful surgery on the thoracoabdominal aorta.  
5. References 
[1] Svensson LG. Paralysisafteraorticsurgery:insearchoflostcordfunction. Surgeon 2005; 
3:396-405. 
[2] Greenberg RK, Lu Q, Roselli EE, Svensson LG, Moon MC, Hernandez AV, Dowdall J, 
Cury M, Francis C, Pfaff K, Clair DG, Ouriel K, Lytle BW.Contemporary analysis of 
descending thoracic and thoracoabdominal aneurysm repair: a comparison of 
endovascular and open techniques.Circulation. 2008 Aug 19;118(8):808-17. Epub 
2008 Aug 4. 
[3] Messé SR, Bavaria JE, Mullen M, Cheung AT, Davis R, Augoustides JG, Gutsche J, Woo 
EY, Szeto WY, Pochettino A, Woo YJ, Kasner SE, McGarvey M. Neurologic 
outcomes from high risk descending thoracic and thoracoabdominal aortic 
operations in the era of endovascular repair. Neurocrit Care. 2008;9(3):344-51. 
[4] Sakata R, Fujii Y, Kuwano H. Thoracic and cardiovascular surgery in Japan during 2008: 
annual report by the Japanese Association for Thoracic Surgery. Gen Thorac 
Cardiovasc Surg 2010;58:356–83. 
www.intechopen.com
 Spinal Cord Protection for Descending or Thoracoabdominal Aortic Aneurysm Repair 
 
357 
[5] Derrow AE, Seeger JM, Dame DA, Carter RL, Ozaki K, Flynn TC, et al. The outcome in 
the United States after thoracoabdominal aortic aneurysm repair, renal artery 
bypass, and mesenteric revascularization. J Vasc Surg 2001; 34:54–61. 
[6] Safi HJ, Estrera AL, Miller CC, Huynh TT, Porat EE, Aziz- zadeh A, et al. Evolution of 
risk for neurologic deficit after descending and thoracoabdominal aortic repair. 
Ann Thorac Surg 2005;80:2173–9; discussion 2179. 
[7] Coselli JS, LeMaire SA. Descending and thoracoabdominal aortic aneurysms. In: Cohn 
LH, editor. Cardiac surgery in the adult. New York: McGraw-Hill; 2008. p. 1277–98.  
[8] Cambria RP, Clouse WD, Davison JK, Dunn PF, Corey M, Dorer D. Thoracoabdominal 
aneurysm repair: results with 337 operations performed over a 15-year interval. 
Ann Surg 2002;236:471–9. 
[9] Etz CD, Luehr M, Kari FA, Bodian CA, Smego D, Plestis KA, et al. Paraplegia after 
extensive thoracic and thoracoab- dominal aortic aneurysm repair: does critical 
spinal cord ischemia occur postoperatively? J Thorac Cardiovasc Surg 
2008;135:324–30. 
[10] Maniar HS, Sundt TH III, Prasad SM, Chu CM, Camillo CJ, Moon MR, et al. Delayed 
paraplegia after thoracic and thoracoabdominal aneurysm repair: a continuing risk 
Ann Thorac Surg 2003;75:113–20. 
[11] Koshino T, Murakami G, Morishita K, Mawatari T, Abe T. Does the Adarnkiewicz 
artery originate from the larger segmental arteries? J Thorac Cardiovasc Surg 
1999;117(5):898-905 
[12] Morishita K, Murakami G，Fujisawa Y, Kawaharada N, Fukada J, Saito T et al. 
Anatomical study of blood supply to the spinal cord.  Ann Thorac Surg 
2003;76(6):1967-1971. 
[13] Kieffer E, Ricard T, Chiras J, Godet G, Cormier E. Preoperative spinal cord 
arteriography in aneurysmal disease of the descending thoracic and 
thoracoabdominal aorta: preliminary results in 45 patients. Ann Vasc Surg 
1989;3:34–46.  
[14] Yamada N, Okita Y, Minatoya K, Tagusari O, Ando M, Takamiya M, Kitamura 
S.Preoperative demonstration of the Adamkiewicz artery by magnetic resonance 
angiography in patients with descending or thoracoabdominal aortic aneurysms. 
Eur J Cardiothorac Surg. 2000 Jul;18(1):104-11.  
[15] Kawaharada N, Morishita K, Hyodoh H, Fujisawa Y, Fukada J, Hachiro Y, Kurimoto Y, 
Abe T. Magnetic resonance angiographic localization of the artery of Adamkiewicz 
for spinal cord blood supply. Ann Thorac Surg. 2004 Sep;78(3):846-51; discussion 
851-2.  
[16] Yoshioka K, Niinuma H, Ehara S, Nakajima T, Nakamura M, Kawazoe K. MR 
angiography and CT angiography of the artery of Adamkiewicz: state of the art. 
Radiographics. 2006 Oct;26 Suppl 1:S63-73. Review.  
[17] Melissano G, Bertoglio L, Civelli V, Amato AC, Coppi G, Civilini E, Calori G, De 
Cobelli F, Del Maschio A, Chiesa R.Demonstration of the Adamkiewicz artery by 
multidetector computed tomography angiography analysed with the open-source 
software OsiriX. Eur J Vasc Endovasc Surg. 2009 Apr;37(4):395-400. Epub 2009 Feb 
20. 
www.intechopen.com
Diagnosis, Screening and Treatment of  
Abdominal, Thoracoabdominal and Thoracic Aortic Aneurysms 
 
358 
[18] Cunningham JN Jr, Laschinger JC, Merkin HA, Nathan IM, Colvin S, Ransohoff J, et al. 
Measurement of spinal cord ischemia during operations upon the thoracic aorta: 
initial clinical experience. Ann Surg 1982;196(3):285-296.  
[19] Shiiya N, Yasuda K, Matsui Y, Sakuma M, Sasaki S. Spinal cord protection during 
thoracoabdominal aortic aneurysm repair: re- sults of selective reconstruction of 
the critical segmental arteries guided by evoked spinal cord potential monitoring. J 
Vasc Surg 1995;21:970–5.  
[20] Schepens MA, Boezeman EH, Hamerlijnck RP, ter Beek H, Vermeulen FE. 
Somatosensory evoked potentials during exclu- sion and reperfusion critical aortic 
segments in thoracoabdominal aortic aneurysm surgery. J Card Surg 1994;9:692–
702.  
[21] Takai O, Okumura F. Application and limitation of somatosen- sory evoked potential 
monitoring during surgical procedures on the thoracoabdominal aorta. J Thorac 
Cardiovasc Surg 1987;94: 266–70.  
[22] Guerit JM, Witdoeckt C, Verhelst R, Matta AJ, Jacquet LM, Dion RA. Sensitivity, 
specificity, and surgical impact of somatosensory evoked potentials in descending 
aorta surgery. Ann Thorac Surg 1999;67(suppl):1943–6. 
[23] De Haan P, Kalkmann CJ, Ubags LH. A comparison of sensitivity of epidural and 
myogenic transcranial motor- evoked responses in the detection of acute spinal 
cord isch- emia in the rabbit. Anesth Analg 1996;83:1022–7.  
[24] Meylaerts SA, Jacobs MJ, van Iterson V, De Haan P, Kalkman CJ. Comparison of 
transcranial motor evoked potentials and somatosensory evoked potentials during 
thoracoabdominal aortic aneurysm repair. Ann Surg. 1999 Dec;230(6):742-9.  
[25] Reuter DG, Tacker WA Jr, Badylak SF, Voorhees WD 3rd, Konrad PE. Correlation of 
motor-evoked potential response to ischemic spinal cord damage. J Thorac 
Cardiovasc Surg. 1992 Aug;104(2):262-72.  
[26] Laschinger JC, Owen J, Rosenbloom M, Cox JL, Kouchoukos NT. Direct noninvasive 
monitoring of spinal cord motor function during thoracic aortic occlusion: use of 
motor evoked potentials. J Vasc Surg 1988;7:161–71. 
[27] van Dongen EP, ter Beek HT, Schepens MA, Morshuis WJ, Langem HJ, Kalkman CJ, et 
al. The influence of nitrous oxide to supplement fentanyl/low-dose propofol 
anesthesia on transcranial myogenic motor-evoked potential during thoracic aortic 
surgery. J Cardiothorac Vasc Anesth 1999;13:30–4.  
[28] Svensson LG, Crawford ES. Aortic dissection and aortic aneurysm surgery: clinical 
observation and experimental investigations, and statistical analysis. Part II. Curr 
Probl Surg 1992;29:915–1057.  
[29] Crawford ES, Rubio PA. Reappraisal of adjuncts to avoid ischemia in the treatment of 
aneurysms of descending thoracic aorta. J Thorac Cardiovasc Surg. 1973 
Nov;66(5):693-704.  
[30] Crawford ES, Snyder DM, Cho GC, Foehm JO. Progress in treat- ment of 
thoracoabdominal and abdominal aortic aneurysms in- volving celiac, superior 
mesenteric and renal arteries. Ann Surg 1978;188:404–22. 
[31] Schepens MA, Defauw JJ, Hamerlijnck RP, Geest RD, Vermeulen FE. Surgical 
treatment of thoracoabdominal aortic aneurysms by simple crossclamping, risk 
factors and late results. J Thorac Cardiovasc Surg 1994;107:134–42.  
www.intechopen.com
 Spinal Cord Protection for Descending or Thoracoabdominal Aortic Aneurysm Repair 
 
359 
[32] Grabits K, Sandmann W, Stuhmeier K, Mainzer B, Godehardt E, Ohke B, et al. The risk 
of ischemic spinal cord injury in patients undergoing graft replacement for 
thoracoabdominal aortic aneu- rysms. J Vasc Surg 1996;23:230–40.  
[33] Katz NM, Blackstone EH, Kirklin JN, Karp RB. Incremental risk factors for spinal cord 
injury following operation for acute trau- matic aortic transection. J Thorac 
Cardiovasc Surg 1981;81:669– 74.  
[34] Schepens MA, Vermeulen FE, Morshuis WJ, Dossche KM, van Dongen EP, Ter Beek 
HT, Boezeman EH. Impact of left heart bypass on the results of thoracoabdominal 
aortic aneurysm repair. Ann Thorac Surg. 1999 Jun;67(6):1963-7; discussion 1979-80.  
[35] Gott VF, Whiffen JD, Dutton RC. Heparin bonding on colloidal graphite surface. 
Science 1963;142:1297.  
[36] Duhaylongsod FG, Glower DD, Wolfe WG. Acute traumatic aortic aneurysm: the Duke 
experience from 1970 to 1990. J Vasc Surg 1992;15:331–43. 
[37] Hilgenberg AD, Logan DL, Akins CW. Blunt injuries of the thoracic aorta. Ann Thorac 
Surg 1992;53:233–9.  
[38] Svensson LG, Hess KR, Coselli JS, Safi HJ. Influence of segmen- tal arteries, extent, and 
atriofemoral bypass on postoperative paraplegia after thoracoabdominal aortic 
operations. J Vasc Surg 1994;20:255–62. 
[39] Kaplan DK, Atsumi N, D’Ambra MN, Vlahakes GJ. Distal circu- latory support for 
thoracic aortic operations: effects on intra- cranial pressure. Ann Thorac Surg 
1995;59:448–52. 
[40] Kazui T, Komatsu S, Yokoyama H. Surgical treatment of aneurysms of the thoracic 
aorta with the aid of partial car- diopulmonary bypass: an analysis of 95 patients. 
Ann Thorac Surg 1987;43:622–7. 
[41] Blaisdell FW, Cooley DA. The mechanism of paraplegia after temporary thoracic aortic 
occlusion and its relationship to spinal fluid pressure. Surgery 1962;51:351–5. 
[42] Miyamoto K, Ueno A, Wada T, Kimoto S. A new and simple method of preventing 
spinal cord damage following temporary occlusion of the thoracic aorta by 
draining the cerebrospinal fluid. J Cardiovasc Surg 1960;1:188–97. 
[43] McCullough JL, Hollier LH, Nugen M. Paraplegia after thoracic aortic occlusion: 
influence of cerebrospinal fluid drainage; experi- mental and early clinical results. J 
Vasc Surg 1988;7:153–60. 
[44] Crawford ES, Svensson LG, Hess KR, Shenaq SS, Coselli JS, Safi HJ, et al. A prospective 
randomized study of cere- brospinal fluid drainage to prevent paraplegia after 
high-risk surgery on the thoracoabdominal aorta. J Vasc Surg 1991;13:36–45. 
[45] Coselli JS, LeMaire SA, Koksoy C, Schmitting ZC, Curling PE. Cerebrospinal fluid 
drainage reduces paraplegia following thoracoabdominal aortic aneurysm repair: 
results of a prospective randomized trial. J Vasc Surg 2002;35:631–9. 
[46] Safi HJ, Miller CC III, Huynh TTT, Estera AL, Porat EE, Winnerkvist AN, et al. Distal 
aortic perfusion and cerebrospinal fluid drainage for thoracoabdominal and 
descending thoracic aor- tic repair: ten years of organ protection. Ann Surg 
2003;238:372– 81. 
[47] Estrera AL, Miller CC 3rd, Huynh TT, Azizzadeh A, Porat EE, Vinnerkvist A, Ignacio 
C, Sheinbaum R, Safi HJ. Preoperative and operative predictors of delayed 
neurologic deficit following repair of thoracoabdominal aortic aneurysm. J Thorac 
Cardiovasc Surg. 2003 Nov;126(5):1288-94.  
www.intechopen.com
Diagnosis, Screening and Treatment of  
Abdominal, Thoracoabdominal and Thoracic Aortic Aneurysms 
 
360 
[48] Oberwalder PJ, Tiesenhausen K, Hausegger K, Rigler B. Successful reversal of delayed 
paraplegia after endovascular stent grafting. J Thorac Cardiovasc Surg. 2002 
Dec;124(6):1259-60  
[49] Wada T, Yao H, Miyamoto T, Mukai S, Yamamura M. Prevention and detection of 
spinal cord injury during thoracic and thoracoabdominal aortic repairs. Ann 
Thorac Surg. 2001 Jul;72(1):80-4; discussion 85. 
[50] Afifi S. Pro: cerebrospinal fluid drainage protects the spinal cord during 
thoracoabdominal aortic reconstruction surgery. J Cardiothorac Vasc Anesth. 2002 
Oct;16(5):643-9. 
[51] Borst HG, Schaudig SA, Rudolph W. Arteriovenous fistula of the aortic arch: repair 
during deep hypothermia and cir- culatory arrest. J Thorac Cardiovasc Surg 
1964;48:443–7. 
[52] Crawford ES, Coselli JS, Safi HJ. Partial cardiopulmonary bypass, hypothermic 
circulatory arrest, posterolateral expo- sure for thoracic aortic aneurysm operation. 
J Thorac Car- diovasc Surg 1987;94:824. 
[53] Beattie EJ, Adovasio D, Keshishian JM. Refrigeration in experimental surgery of the 
aorta. Surg Gynecol Obstet 1953;96:711–3. 
[54] Fox SL, Blackstone E, Kirklin JW. Relationship of brain blood flow and oxygen 
consumption to perfusion flow rate during profoundly hypothermic 
cardiopulmonary bypass: an experi- mental study. J Thorac Cardiovasc Surg 
1984;87:658–64. 
[55] Colon R, Frazier DH, Cooley DA. Hypothermic regional perfusion for  protection of 
the spinal cord during periods of ischemia. Ann Thorac Surg 1987;43:643–93. 
[56] Ginsberg MD, Globus MYT, Dietrich R. Temperature mod- ulation in ischemic brain 
injury: a synthesis of recent advances. Prog Brain Res 1993;96:13–22. 
[57] Kouchoukos NT, Rokkas CK. Hypothermic cardiopulmonary bypass for spinal cord 
protection: rationale and clinical results. Ann Thorac Surg 1999;67s:1940–2. 
[58] Okita Y, Takamoto S, Ando M, Morota T, Yamaki F, Mat- sukawa R, et al. Repair of 
aneurysm of the entire descending thoracic aorta or thoracoabdominal aorta using 
a deep hypo- thermia. Eur J Cardiothorac Surg 1997;125:120.  
[59] Juvonen T, Biancari F, Rimpiläinen J, Satta J, Rainio P, Kiviluoma K. Strategies for 
spinal cord protection during descending thoracic and thoracoabdominal aortic 
surgery: Up-to-date experimental and clinical results -- a review. Scand Cardiovasc 
J. 2002 May;36(3):136-60. 
[60] Salzano RP Jr, Ellison LH, Altonji PF, Richter J, Deckers PJ. Regional deep hypothermia 
of the spinal cord protects against ischemic injury during thoracic aortic cross-
clamping. Ann Thorac Surg. 1994 Jan;57(1):65-70; discussion 71.  
[61] Albin MS, White RJ, Donald DE, Maccarty CS, Faulconer A Jr. Hypothermia of the 
spinal cord by perfusion cooling of the subarachnoid space. Surg Forum. 
1961;12:188-9. 
[62] Tabayashi K, Niibori K, Konno H, Mohri H. Protection from postischemic spinal cord 
injury by perfusion cooling of the epidu- ral space. Ann Thorac Surg 1993;56:494–8. 
[63] Marsala M, Vanicky I, Galik J, Radonak J, Kundrat I, Marsala J. Panmyelic epidural 
cooling protects against ischemic spinal cord damage. J Surg Res 1993;55:21–31. 
www.intechopen.com
 Spinal Cord Protection for Descending or Thoracoabdominal Aortic Aneurysm Repair 
 
361 
[64] Davison JK, Cambria RR, Vierra DJ, Columbia MA, Koustas G. Epidural cooling for 
regional spinal cord hypothermia during thoracoabdominal aneurysm repair. J 
Vasc Surg 1994;20:304–10. 
[65] Cambria RP, Davison JK, Zannetti S, L'Italien G, Brewster DC, Gertler JP, Moncure AC, 
LaMuraglia GM, Abbott WM. Clinical experience with epidural cooling for spinal 
cord protection during thoracic and thoracoabdominal aneurysm repair. J Vasc 
Surg. 1997 Feb;25(2):234-41; discussion 241-3  
[66] Cambria RP, Davison JK, Carter C, Brewster DC, Chang Y, Clark KA, Atamian S. 
Epidural cooling for spinal cord protection during thoracoabdominal aneurysm 
repair: A five-year experience. J Vasc Surg. 2000 Jun;31(6):1093-102. 
[67] Meylaerts SA, De Haan P, Kalkman CJ, Jaspers J, Vanicky I, Jacobs MJ.Prevention of 
paraplegia in pigs by selective segmental artery perfusion during aortic cross-
clamping. J Vasc Surg. 2000 Jul;32(1):160-70 
[68] Sueda T, Morita S, Okada K, Orihashi K, Shikata H, Matsuura Y.Selective intercostal 
arterial perfusion during thoracoabdominal aortic aneurysm surgery. Ann Thorac 
Surg. 2000 Jul;70(1):44-7 
[69] Ueda T, Shimizu H, Mori A, Kashima I, Moro K, Kawada S. Selective perfusion of 
segmental arteries in patients undergoing thoracoabdominal aortic surgery. Ann 
Thorac Surg. 2000 Jul;70(1):38-43. 
[70] Kawaharada N, Ito T, Koyanagi T, Harada R, Hyodoh H, Kurimoto Y, Watanabe A, 
Higami T. Spinal cord protection with selective spinal perfusion during descending 
thoracic and thoracoabdominal aortic surgery. Interact Cardiovasc Thorac Surg. 
2010 Jun;10(6):986-90; discussion 990-1. 
[71] Koyanagi T, Kawaharada N, Kurimoto Y, Ito T, Baba T, Nakamura M, Watanebe A, 
Higami T. Examination of intercostal arteries with transthoracic Doppler 
sonography. Echocardiography. 2010 Jan;27(1):17-20 
[72] Griepp RB, Ergin AM, Galla JD, Klein IT, Spielvogel C, Griepp E. Minimizing spinal 
cord injury during repair of descending thoracic and thoracoabdominal aneurysms: 
the Mount Sinai approach. Semin Thorac Cardiovasc Surg 1988;10:25–8.  
[73] Cole PT, Gutelius JR. Neurologic complications of operations on the descending 
thoracic aorta. Can J Surg. 1969 Oct;12(4):435-43. 
[74] Wadouh F, Wadouh R, Hartmann M, Crisp-Lindgren N. Prevention of paraplegia 
during aortic operations. Ann Thorac Surg. 1990 Oct;50(4):543-52. 
[75] Kawanishi Y, Okada K, Tanaka H, Yamashita T, Nakagiri K, Okita Y. The adverse 
effect of back-bleeding from lumbar arteries on spinal cord pathophysiology in a 
rabbit model. J Thorac Cardiovasc Surg 2007;133:1553–8. 
[76] Biglioli P  J Thorac Cardiovasc Surg 2004;127(4):1188-1192. 
[77] Griepp RB, Semin Thorac Cardiovasc Surg 1998; 10(1):25-28. 
[78] Bavaria JE, Appoo JJ, Makaroun MS, Verter J, Yu ZF, Mitchell RS. Endovascular stent 
grafting versus open surgi- cal repair of descending thoracic aortic aneurysms in 
low-risk patients: a multicenter comparative trial. J Thorac Cardio- vasc Surg 
2007;133:369–77. 
[79] Acher CW, Wynn MM, Hoch JR, Popic P, Archibald J, Archibald J, et al. Combined use 
of cerebral spinal fluid drainage and nalox- one reduces the risk of paraplegia in 
thoracoabdominal aortic aneurysm repair. J Vasc Surg 1994;19:236–48.  
www.intechopen.com
Diagnosis, Screening and Treatment of  
Abdominal, Thoracoabdominal and Thoracic Aortic Aneurysms 
 
362 
[80] Griepp RB, Ergin MA, Galla JD, Lansman S, Khan N, Quintana C, et al. Looking for the 
artery of Adamkiewicz: a quest to minimize paraplegia after operations for 
aneurysms of the descending thoracic and thoracoabdominal aorta. J Thorac 
Cardiovasc Surg 1996;112:1202–15. 
[81] Acher CW, Wynn MM, Mell MW, Tefera G, Hoch JR. A quantitative assessment of the 
impact of intercostal artery reimplantation on paralysis risk in thoracoabdominal 
aortic aneurysm repair. Ann Surg. 2008 Oct;248(4):529-40.  
[82] Galla JD, Ergin MA, Lansman SL, McCullough JN, Nguyen KH, Spielvogel D, Klein JJ, 
Griepp RB. Use of somatosensory evoked potentials for thoracic and 
thoracoabdominal aortic resections. Ann Thorac Surg. 1999 Jun;67(6):1947-52; 
discussion 1953- 
www.intechopen.com
Diagnosis, Screening and Treatment of Abdominal,
Thoracoabdominal and Thoracic Aortic Aneurysms
Edited by Prof. Reinhart Grundmann
ISBN 978-953-307-466-5
Hard cover, 414 pages
Publisher InTech
Published online 12, September, 2011
Published in print edition September, 2011
InTech Europe
University Campus STeP Ri 
Slavka Krautzeka 83/A 
51000 Rijeka, Croatia 
Phone: +385 (51) 770 447 
Fax: +385 (51) 686 166
www.intechopen.com
InTech China
Unit 405, Office Block, Hotel Equatorial Shanghai 
No.65, Yan An Road (West), Shanghai, 200040, China 
Phone: +86-21-62489820 
Fax: +86-21-62489821
This book considers mainly diagnosis, screening, surveillance and treatment of abdominal, thoracoabdominal
and thoracic aortic aneurysms. It addresses vascular and cardiothoracic surgeons and interventional
radiologists, but also anyone engaged in vascular medicine. The high mortality of ruptured aneurysms
certainly favors the recommendation of prophylactic repair of asymptomatic aortic aneurysms (AA) and
therewith a generous screening. However, the comorbidities of these patients and their age have to be kept in
mind if the efficacy and cost effectiveness of screening and prophylactic surgery should not be overestimated.
The treatment recommendations which will be outlined here, have to regard on the one hand the natural
course of the disease, the risk of rupture, and the life expectancy of the patient, and on the other hand the
morbidity and mortality of the prophylactic surgical intervention. The book describes perioperative mortality
after endovascular and open repair of AA, long-term outcome after repair, and the cost-effectiveness of
treatment.
How to reference
In order to correctly reference this scholarly work, feel free to copy and paste the following:
Nobuyoshi Kawaharada, Toshiro Ito and Tetsuya Higami (2011). Spinal Cord Protection for Descending or
Thoracoabdominal Aortic Aneurysm Repair, Diagnosis, Screening and Treatment of Abdominal,
Thoracoabdominal and Thoracic Aortic Aneurysms, Prof. Reinhart Grundmann (Ed.), ISBN: 978-953-307-466-
5, InTech, Available from: http://www.intechopen.com/books/diagnosis-screening-and-treatment-of-abdominal-
thoracoabdominal-and-thoracic-aortic-aneurysms/spinal-cord-protection-for-descending-or-thoracoabdominal-
aortic-aneurysm-repair
© 2011 The Author(s). Licensee IntechOpen. This chapter is distributed
under the terms of the Creative Commons Attribution-NonCommercial-
ShareAlike-3.0 License, which permits use, distribution and reproduction for
non-commercial purposes, provided the original is properly cited and
derivative works building on this content are distributed under the same
license.
